The aetiological factors in Dupuytren's contracture (DC) are uncertain, though genetic, sexual, and racial :nfluences can be implicated to explain its predominance in Caucasian males with a family history of DC.' Links between alcohol consumption and DC have long been recognised.' -7 Alcoholic cirrhotics have DC significantly more often than non-cirrhotic controls,-but the frequency of DC in men who are heavy drinkers does not depend on the presence of cirrhosis.5 Some degree of liver damage, however, is probably required for the development of DC in heavy drinkers; liver function tests are more often abnormal in heavy drinkers with DC than in those without.6 Despite this apparent relationship alcohol intake among patients with DC has been little quantified,' and never using validated modern' methods in a British population. We have compared reported alcohol consumption and the alcohol related haematological and biochemical variables serum urate (SUA),9 mean cell volume (MCV), "' and y-glutamyl transferase (GGT)" in a group of DC patients requiring surgery and in controls.
Patients and methods
Sixty four consecutive DC patients (10 Liver damage due to alcohol occurs at lower levels of consumption in women than in men16 so additional comparison was made between alcohol consumption of DC subjects and controls at a threshold of 20 g alcohol daily. At this level there were no significant differences in reported consumption between male and female DC subjects and controls.
SUA, GGT, AND MCV ON ADMISSION (Table 1) MCV on admission in male DC patients was much greater than in controls; however, the difference in MCV between female patients and controls was not significant. Admission MCV was 95 fl or higher in 12 
Discussion
Although this study shows a strong association between current heavy drinking and DC in men, alcohol cannot strictly be proved to be a cause or precipitant of DC without matching the occupations, leisure activities, and social class of patients and controls. Nevertheless, the possibility of an aetiological role for alcohol in DC is strengthened by the failure of previous studies to confirm an association between DC and occupation'7 18 and between alcohol consumption and social class. '9 The less impressive difference in previous consumption of male DC patients and controls may be due to inaccurate recall of past alcohol consumption. There is no reason to suspect that sustained heavy drinking is an effect of DC. The relatively small number of female DC patients may have blunted the significance of differences between their reported alcohol consumption and that of controls; alternatively, women may consistently under-report their alcohol intake or factors other than alcohol may be more strongly associated with DC in women.211 Our results do not suggest that DC in women is associated with alcohol consumption levels lower than those in men.
This study probably underestimated alcohol consumption in both DC patients and controls because under-reporting of alcohol consumption in studies of this type is common.21 22 The degree of underreporting, however, is likely to be constant in both groups. Alcohol consumption among the population at large with DC may also be much higher because some may not have reached surgery through unfitness associated with alcohol abuse. Conversely, it is conceivable that some DC patients were aware, through discussions with medical advisers or through 'home research', of known links between alcohol and DC. These patients (but not the controls) might have been influenced by this knowledge to exaggerate their reported alcohol consumption. We think this unlikely because no patient reported knowledge of links between DC and alcohol when the purpose of the study was explained to them.
A frequent coexistence of a positive family history and high alcohol consumption in this study suggests the possibility of some synergism between alcohol and a genetic predisposition in causing the expression of DC.5 7 However, both alcohol and a positive family history are common in DC patients: the association may thus simply be coincidence.
The higher MCV among DC males is largely due to alcohol, with anticonvulsant usage having a minor role. The lack of -difference in GGT between DC males and controls is, however, surprising in the light of the very significant correlation between current QF score and GGT, and the high reported alcohol consumption of DC males compared with controls. A possible explanation is that some DC subjects have macrocytosis due to dietary folate deficiency23 associated with alcohol consumption which is not heavy enough to cause liver damage and increase in GGT.
The correlation between current alcohol consumption score, MCV, and GGT in the DC subjects is in contrast with the lack of correlation between these variables in our controls shown previously. i4 Clearly, MCV and GGT correlate with reported alcohol consumption only in heavier drinkers; indeed in the absence of other causes an individual with an MCV greater than 98 fl and a GGT over 50 IU/l has a better than 66% probability of consuming more than 80 g alcohol daily.24 In the present study it is noteworthy that in only one case did a raised MCV identity a DC subject who denied heavy drinking; as we have shown previously,'4 self reports prove generally to be more sensitive than MCV or GGT, or both, at reflecting heavy drinking.
This study thus confirms clinically and haematologically that DC in men is associated with heavy drinking. However, if alcohol precipitates DC the mechanisms by which it might do so are unknown. The increase in palmar collagen in DC represents a repair phenomenon;25 Rabinowitz et a126 have shown an alteration in the composition of palmar fat of DC patients. They propose that alcohol alters both palmar and liver fat composition by a hypoxic mechanism; the altered fat could serve as an irritant, precipitating a fibrotic repair response in both liver and palmar fascia (Francis MJO, personal communication). These mechanisms remain speculative but provide an interesting basis for further research into DC.
